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STUDIES ON BRONCHIAL. AND BRONCHmLVEOU#t LAKU.PfW 

SEVERAL BRONCHOPULMONARY PATHOLOGICAL PICTURE? 

C. Kohiln OtfOcim. L. Mc^quita. A.C. Perrins LC. Olive,,*. Ccmer ,.f * 
Pneurntdogy Gnmbnt Umxtrtin - JQTJtf Qnmhna. htrtugui 


ciHnpoutxJ tinnofraphy IHRCT) m TwaJ*?* '•m«*3et* aswl vt* «ljuon to r«u* 

rrnpp,L*w>cwicd inflamnuiwy markers in bro«x**»l>tx)iar lavage (BAL) and 
blow). 

Material and Methods: We recruited 30 "healthy' wwkmg and 18 ncvef-smoking 
men Intm a prjpulaiwn Mwly “Men bom I9?J in Gbtcbofg~ A HRCT, a bfoo- 
CtoKftpy wjp> a BAL and bkxxJ icsH were done. HRCT wax analysed vtaually. 
We analysed myeloperoxidase iMpO). inierteukin-* itL-&) and human neutrophil 
Jip«x*atin iHNL) in both BAL and blood. 

Results: Emphysema!005 lesions were demonstrated in l 3/30 smokers and in 1/1 1 
never* smokers. 
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No correlations were seen between emphysema sod inflammatory markers in 
blood, 

Coodusioo: In a sample of "healthy" smoker* there are emphy«in4tow teskw? 
that are correlated so maiuiy HNL. a neutrophil acsvaooQrnvkcr in BAL, Indicating 
dial neutrophils has a rote in the pathogenesis of emphysema. 

Support from ihd Swedish Lung-Heart foundaiiem. 
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EFFECT OF INHALED STEROIDS ON CELLS AND MOLECULAR 

MEDIATORS OF AIRWAY INFLAMMATION IN COPD 

B. Balbi 1 , M. M^orr. S. Bertacco 2 , G. CoovoTmo 1 . A. Cuomo 2 , Civ Dooner. 

A- Pesci 1 . S. Mcuigxri Fo m d ari a n , IftCCS. RehahHimtkm I nstitute ofVeruno 
(HO); * Section of VamUo S. (VO; ^Respiratory Diseases OepL. University of 
Parma, Italy 

AJ though tnatmcnf with inhaled steroids is wkfcly used in COPD, few studies 
have investigated its effects oft airway inflammation (AI). To took fix changes 
in the cellular and molecular mediators of AL we performed bronchoscopy and 
bronchial lavage (BL) in 8 current smokers wit h «ahte COPO 0 (FEV, 69.3 ± 
2.1% predicted) before and after a 6-week treatment with inhaled bedotorthasone 
(I J rog/day). Ten oomrui persons served as coooots. In BL total and differential 
cell counts aiKi deienmcaoon of die levels of iaterieufcm-3 (IL-3)* myeloperoxidase 
(MPO), costnpfhilk: cationic protein (ECP) and tryptase were done. In addition 
the Symptom Score (SS). the endoscopic Bronchitis Index (BI) and functional 
paiamctm were recorded. After treatment there was « significant reduction in the 
&L leveUof IL-fl<1603.4 db 331-2 ps'ml vs Mi 92 ± 2653, p-0.01) and MPO 
(I6U3 i 6S2J pg/L vs 3IIJ2 ± 144X ? - 0.05X Us ee« numbers (2506 ± 
17.7 cell! * itf/mi vj J8S.3 ± MJ, p * 0.04), neutrophil proper** 09.7 ± 
l-Ut 3\J ± 10.1*. P = 0.01), SS (4J =;0.fi w 1.4 jfc 0.5. p =. 0.01), and Bl 
<8.5 ± 0.8 vs 5-5 ± 0.7. p — 0.007). No significant changes were observed in the 
functional parameters. Treatroeot of stable COPD with high-dose inhaled steroids 
may induce changes in the levels of mediators and in the number and proportions 
of ceils involved in AL Gram: Ricerca Correate FSM 
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reduced level of endotheun-i in smokers with and 
without chronic bronchitis 

S. TorvaJdssoo 1 , M. Loan 1 . L Quarfbctfc 2 . G. R5se*. A. Lindfh 1 . 1 Lung 
Pharmacology Group, Dtpt of Respiratory ( V«ficw and Mierjoiogt, Goteborj 
University, Gothenburg; 1 Dept of Infectious Diseases. SahJgrmska University 
Hospital Gothenburg, Sweden 


In order to a*'CY* different inflammatory cellular pattern* and some sign* vf n 
hroixhul and bronchial veuiur activaimm ro *rvcrai hronchopuimcKury disease*, 
the itutnors studied the following population*; Bronchial asthma i BA ? - 25 pauem*. 
mean age 38.5 ± MJ y«ft. 2 unoken: Workers with Inhaiauxy Expose to 
fcocy antes rfil) - H wurten. 36 iz 4.4 yean. 5 smoker;; Hcafthv Heavy imcUn 
IHS) - 19 individual 38.9 - 6.4 yean: Pulmonary Frbrotis *p Fj - 8 pauerej. 
47.5 ± 12 yean, 2 ea*Mi>okers; Healthy hon-smokcrj INS) - 4 hvfivkJuals. 52.1 x 
U. 1 years. The srodiea were made in Bronchial Lavage I BL) - 1st 50 cc aliq” and 
in BronchoalveoUr Lavage <BAL) - 2nd and 3rd. 50 cc aliq.. and included Noxr. 
Eos. and Mast cells!* and per mil and dougesof MteJoperouttee (MfOi 1* U g/L 
Eosinophilic cationic protein IECP) - ng/1 and Tnptase fTFT) - From the 
resuiu ihe authors po»« Oixi x) positive linear rrgnasioft. in BL between Ea*% 
and ECP Ip a 0.0001 and r = 0.67), am) between Nmtr % and MPO Cp = 0.0316 
and r - 0.36/ in all groups: b) higher Eas% and ECP in 8L of Sa regarting ail 
other groups fp » 0.0155 and p -c O.Q5): c) higher mimber of NeuC/ml and Eos/mi 
in BAL of PF patients reganimf all other poops; d) ECP in BAL only desaftte 
in El workers. As conchiaioa*. we may suggest the interest I - of differe«i»d 
studies (BL vs BAL; assessing predominantly bronchial padnfogic ptenaes 
and more distal disease* (PF and El), and 2 - of studying, in lavage sangjfeg. 
sigra of cellular activation. 
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EFFECT OF A CIGARETTE WHICH DOES NOT BURN TOBACCO ON 
PHENOTYPICAL MARKERS OF ALVEOLAR MACROPHAGES FROM 
HEAVY SMOKERS 

Tak esh i Uimno 1 „ Lidia S. Mwnaluvt 1 . C Magna SkAtd*. $w*Ki 
J. Pimccetio 1 . John R. Spureem 1 . Stephen L Reword 1 . l Depa of Internal Med 
and PtuJyMicro, University of Nebraska Medical Censer. Omaha ,V£ United 
States; 2 Dept of Thoracic Med. KamUnska Hospital Stockholm. Sweden 

Combustion of a cigarette causes release of numerous toxic subuances. The pro¬ 
totype srootetess cigamse (Edtpsc*) is designed to beat uftwxc rather ifaan born 
U in order u> extract oicotine and flavor. To determine if dtis device results in re¬ 
duced airway infli mm a rinn . we performed broocboalveoUr lavage iBAL) in heavy 
smokers I >40 cigarettes/day) before and after cww mouth* of use of dm product. 
Eighteen imokm were entered and twelve cn m ptewal Eight ooo-smokeis were 
evaluated as controls. Phenotypic markers on alveolar macrophages (AM) were 
evaluated by a to* cyromoncal method (Urnioo. T, «r aL Ear Rcspif J 1999; in 
press). CD 11 c expresswo oo AM vu higher in smokers compwed so ooo-smokm 
(8.2 i 1.0 v* 1.3 ± 0.4, P < O.Ol), and it decreased significantly after two months 
of use of the smokeless cigarette (5.9 ± 0.6. P < 0.01X CD7t expcnwa on 
AM was lower in smoker* than non-smokm (7.8 i 13 vs 22-0 iz 4.0. P < 
0.05). and there was a trend low aid increase after the use of smokeless cigarette, 
although it was not significant iSJ ± 0.9. P a 0.57). This smokeless cigarette par¬ 
ti ally normalized the alterations in AM markers caused by conventional cigarette 
smoking, suggesting it may be a reduced stimulus for the modification of AM 
function. 
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ASSESSEMENT OF BRONCHO ALVEOLAR LAVAGE FLLTD IN 
CHRONIC BRONCHITIS PATIENTS 

E. DaniU 1 . L Jutgauskiette 1 . R- MaJicfcait^. M. Arifieniertc 1 . B. Satiuxuskas 1 . 
Clinic of Pulmonology and Allergology, - Department of Immunology of Heim 
Surgery Clinic. VUnua University. Vilnius. Lithuania 


.Airway mucociliary clearance is impaired by aobacco smoking and studies on 
cairn* tracheal epithelial cells have shown that endotheUn-l (ET-1) increases 
chloodc secretion and enhances ciliary beat frequency in vitro: !n this study, we 
examined whether tobacco smoking b associated with a reduced ET-I level in the 
airways. 

ET-1 protein levels were measured in broflchcaJveaJar lavage fluid IBALJF) from 37 
tobacco smokers with chrooic bronchitis (CBL 10 asy rnf ro ma oc smokers and 10 
healthy never smokers using ELISA The load of ET-1 was significantly reduced 
in BALE from asymptomatic smokers (! _5 — 0_2 pgAnL p = 0.0007) and smokers 
with CB 1 1.5 ± 0.1 pglmJ. p < 0.0001). cwr^xtred with healthy never smokers 
j 3.2 ± 0J pg/ml). No difference was noted bexweett asvmptOttB&c smokers and 
smokers with CB. In conclusion, the airways of tobacco smokers display a reduced 
level of ET l protein and this reduction is noc related to C3. Additional studies 
will be required to determine whether a reduced ET-l level leads to an impaired 
mucociliary clearance in vivo, as observed in the airways of tobacco smokers. 
SupfH'rtt’d by she Heart Lung Foundation, ate Medical Research Council and fhe 
Vdnltil F<>uttiiotuM of Sweden 


G;t} differentials and lymphocyte surface markers in 8LF and ALF from 2 7 health- 
txmsmokers (HNX 14 healthy smokers (HSL 7 nonjrookers chronic broochitzs pa¬ 
tients without (CBN) and 10 patients with exacerbation (CBNcL 11 wnoker^ 
chronic bronchitis patients wkhout (CBS) and 9 patients with exacerbation tCBSe 
have been investigated. 
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Source: https://www.industrydocuments.ucsf.edu/docs/ltnj0001 



